INTRODUCTION
The development of mature T lymphocytes is a complex process, involving proliferation and differentiation of immature precursor cells through a series of quite well-defined stages. CD4-CD8-prothymocytes (originating in the fetal liver or bone marrow) colonize the thymus and subsequently proliferate and differentiate to give rise to CD4/8 / intermediates and ultimately functional cells expressing either CD4 or CD8 (Fowlkes et al., 1985; MacDonald et al., 1988b; Scollay et al., 1988) . During this process, the T-cell receptor (TCR) c/ and ,3 genes are rearranged and expressed, and various other phenotypic markers are acquired or lost (Fowlkes and Pardoll, 1989; Pearse et al., 1989) . Positive and negative selection events limit the repertoire of expressed TCR c]/genes to avoid autoreactivity and account for MHC-restricted antigen recognition (Kappler and Marrack, 1987; von Boehmer, 1990) . This latter selection phenomenon has come under closer scrutiny due to the *Corresponding author. recent availability of transgenic mice expressing TCR c]/with defined antigen and MHC specificity (Sha et al., 1988; Teh et al., 1988; Berg et al., 1989; Kaye et al., 1989; Pircher et al., 1989a) . In the present study, we have analyzed immature CD4-CD8-T cell subsets that would normally not express surface TCR from TCR o]/ transgenic mice in order to assess the effects of premature TCR expression on early T-cell development.
RESULTS
Increase of Immature (Pircher et al., 1989a) . On the selective MHC background (H-2D),
CD8
/ T cells bearing the transgene are positively selected (Pircher et al., 1989a; Ohashi et al., 1990) . As shown in Fig. 1 and (Pearse et al., 1989; Petrie et al., 1990) Petrie et al., 1990) . The fourth subset (HSA-CD25-CD44/) is believed not to belong to the normal generative lineage and may result from an aberrant selection process Scollay et al., 1988) . Fig. 1 ). As noted elsewhere, this phenotype may correspond to relative immaturity of these cells . The recently described CD4/8-3 "immature" thymocyte showing a similar phenotype and morphology Matsumoto et al., 1989; Hugo et al., 1990) was also virtually undetectable in these transgenic mice.
DISCUSSION
It is well established that the precursors of mature T lymphocytes are contained within the CD4-8-thymocyte subset (Fowlkes et al., 1985; Crispe et al., 1987; Shimonkevitz et al., 1987; Scollay et al., 1988 (Pircher et al., 1989b Petrie et al., 1990 (Fowlkes and Pardoll, 1989 (Fenton et al., 1988; von Boehmer et al., 1988) , and other reports have suggested that a partial inhibitory effect of transgenic TCR ]/on TCR/,.rearrangement occurs, but that the TCR y population remains unchanged . In other studies using and/or ' transgenic mice, complete inhibition (Bonneville et al., 1989 ), no effect (Dent et al., 1990; Ishida et al., 1990) , or enhancement (Ferrick et al., 1989) (Pircher et al., 1987) . Transgenic males on either a C57BL/6 (H-2b) or Balb/c (H-2d) genetic background (Pircher et al., 1989a) (Ceredig et al., 1985) and the anti-CD8 mAb 3.168.8..1 (Sarmiento et al., 1982) for 20 min on ice, followed by 45 min at 37 C after the addition of rabbit complement ( (Haskins et al., 1984) ; anti-CD44 (PgP1), IM7.8.1 (Trowbridge et al., 1982) ; anti-CD25 (IL2Rc), PC61.5 (Ceredig et al., 1985) ; Mel-14 (Gallatin et al., 1983); anti-CD5, 53-7.3 (Ledbetter and Herzenberg, 1979); and RLI.73.2 . Biotin conjugates were prepared in the laboratory, and were as follows: anti-CD8, 53.6.72 (Ledbetter and Herzenberg, 1979) ; anti-CD4, GK1.5 (Dialynas et al., 1983) ; anti-HSA, M1/69 (Springer et al., 1978) ; and anti-CD25 (as before). Anti-TCR o]/, H57.597 (Kubo et al., 1989) and anti-TCR//d/,.GL3 (Goodman and Lefrancois, 1989) Single two-color and three-color staining of thymocytes was performed as previously described Wilson et al., 1988 Wilson et al., , 1989 14, 1991) (Accepted September 25, 1991) 
